pattern but also the involvement of exocrine tissue damage, as indicated by histological findings and the high serum amylase level ( Fig. 1) , in the EMC-virus-induced diabetes model resembles fulminant Type 1 diabetes (Table 1) . Although it has been recognised that the EMC virus diabetic strain does not infect exocrine acinar cells, this virus does infect exocrine glands in Mongolian gerbils [6] and Syrian hamsters, suggesting that it may also cause exocrine damage in mice as we presented here. Moreover, approximately 70% of fulminant Type 1 diabetic patients have a history of flu-like symptoms such as fever, headache, sore throat, coughing, rhinorrhoea and joint pain, suggesting the involvement of viral infection in this type of Type 1 diabetes [3] . The aetiology of fulminant Type 1 diabetes is still controversial and there is discussion regarding the involvement of autoimmunity other than in relation to viral infection [7] . However, islet-associated autoantibody was also detected in the EMC-virus-induced diabetes model, suggesting that even if viral infection induces diabetes, autoantibody can be detected [5] . Finally, because the RIP-LCMV [8] and Ins-HA models are characterised by slow onset of diabetes (usually a matter of months), they are obviously different from models of fulminant Type 1 diabetes. Based upon this evidence, we propose that the EMC-virus-induced diabetes model can be used as a model of fulminant Type 1 diabetes, and we encourage non-Japanese researchers to take an interest in this phenotype of Type 1 diabetes. a Biopsy was performed 5 months after diagnosis of diabetes [1] ; b in an autopsy case, just after the onset of diabetes, the presence of insulitis was reported [2] ; c in 5% of patients with fulminant Type 1 diabetes, a low-titre diabetes-related autoantibody was transiently found [3] 
